Suppuration

Pyogenic bacteria (p. 58) cause acute inflam-
mation in which emigration of polymorphs is
intense, and in which local toxic injury is often
severe enough to cause tissue necrosis at the
centre of the lesion. The dead tissue is digested
by the polymorph enzymes, leaving a space in
the tissue filled with inflammatory exudate rich
in polymorphs (Fig. 3,19) and containing also

Fig. 3.19 Margin of an abscess cavity in the liver.
In the upper part of the field the liver tissue has been
destroyed and digested, leaving a space filled with
purulent exudate, x 250.

bacteria, fragments of necrotic tissue, cell
debris and fibrin. Such a cavity is termed an
abscess, and the contained fluid, which may be
creamy from its cell content and sticky from its
high nucleic acid content (from dead poly*
morphs) is called pus or purulent exudate.
Return to normal is no longer possible since
tissue has been destroyed, and the abscess be-
comes enclosed in a wall of granulation tissue
(the pyogenic membrane) which eventually
matures to scar tissue. Pus can also form in a
natural body cavity, such as the pleura or peri-
toneum, without tissue destruction, as a result
of pyogenic bacterial infection.

A more detailed account of suppuration and
its effects is given in Chapter 8.
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Fibrosis in acute inflammation

Although acute inflammatory lesions fre-
quently subside without leaving any significant
residual changes, this is by no means always so.
Formation of granulation tissue with conse-
quent fibrosis or scarring is a common result^!t
complicates acute inflammation when there is
necrosis of tissue or excessive deposition of
fibrin and when acute inflammation persists
and becomes chronic.

Tissue necrosis. Inflammation has been de-
fined as the reaction to injury of living tissue,
but many injuries, e.g. burns or bacterial infec-
tions, bring about necrosis of tissue. Obviously,
inflammatory changes cannot occur in necrotic
tissue, but inevitably the adjacent, surviving
tissue is injured less severely and inflammation
occurs in it. Accordingly, necrotic tissue is com-
monly present in the centre of acute inflammatory
lesions. The occurrence of such wholesale nec-
rosis of tissue, as distinct from necrosis of single
cells, precludes the possibility of return to normal
If the dead tissue is superficial, as in a burn, it

Fig. 3.20 A dense layer of fibrin on the pleura! sur-
face, shorag organisation, i.e. replacement by vas-
cular granulation tissue, extending from the under-
lying pleura, x 250.